The aim of this
Testicular function is regulated not only by pituitary hormones, but is influenced by the intercellular interaction among the consisting cell types (Odell and Swerdloff, 1976; Sharpe, 1983) . A number of studies have suggested the stimulatory effects of Sertoli cells on Leydig cell function (Chen et al., 1976; Benahmed et al., 1985; Janecki et al., 1985) . On the other hand, Syed et al. (1985) reported that seminiferous tubules at stages VII VIII of spermatogenesis secreted inhibitor(s) of testosterone production in the interstitial cells, but that the inhibitor(s) failed to decrease hCG binding to the testicular membrane. Recently, Benahmed et al.(1986) demonstrated that unknown factor(s) secreted from Sertoli cells suppressed the steroidogenic responsiveness of porcine Leydig cells to luteinizing hormone/ human chorionic gonadotropin (LH/hCG) and also decreased the specific LH/hCG binding in culture.
In the present study, Leydig and Sertoli cells were dissociated from immature mouse testes and cultured in a serum-free medium. (Fig. 3) . In Fig. 3 the cultivation period of 7 days. As controls, Leydig cells were cultured for 4 days in LM instead of SM. SM and LM were changed daily. Fig. 4 shows that SM significantly decreased (p<0.01) LH binding to Leydig cells in comparison with LM. The binding to SM-cultured Leydig cells was only 17.4% of that to LM-cultured ones. Although the survival rates were low in both types of cultures (LM: 9.6%, SM: 10.0%), there was no difference between the two groups in the total number of viable cells or the number of cells showing 3-HSD activity ( 
Discussion
Previous studies have shown that dysfunction of seminiferous tubules following cyproterone acetate treatment, hydroxyurea treatment, vitamin A deficiency, fetal irradiation, cryptorchidism or vas deferens ligation, caused the hypertrophy of Leydig cells de Kretser, 1977, 1979; Aoki and Fawcett, 1978; Kerr et al., 1979; Risbridger et al., 1981a; Risbridger et al., 198 lb; Barenton et al., 1982) . The studies on the hypertrophied Leydig cell function varied according to the treatment.
Some authors reported an increase in basal and hCG-stimulated testosterone production in vitro Risbridger et al., 1981a; Risbridger et al., 1981b) , while a decrease in hCG-stimulated testosterone production in vivo was found by others Kerr et al., 1979) . Therefore, it is not yet clear whether these results indicate the existence of intratesticular control by Sertoli cells of Leydig cell function.
The results in the present study showed that a possible LH-binding inhibitor (LH-BI) was secreted from Sertoli cells in the absence of gonadotropins and that the decrease in LH binding was not due to the decrease in the number of Leydig cells cultured in LM or SM. Yang et al.(1976) reported that aqueous extracts of ovaries from pseudopregnant or pregnant rats contained LH-BIs, which inhibited LH binding to ovarian LH receptors, but did not inhibit the binding of LH to testicular LH receptors. In a later paper, they showed that the ovarian LH-BIs acted as the stimulants for basal and LH-stimulated testosterone production (Yang et al., 1979) . Therefore, 'LH-BI' in SM in the present study may be different from the ovarian LH-BIs. In their studies, ovarian homogenates were incubated with the labelled ligand in the presence of ovarian LH-BI. Because LH binding in cultured Leydig cells was measured in the absence of SM in the present study, the action of 'LH-BI 'may not be a direct cempetitive inhibition of LH binding to the receptors, but rather it may affect LH receptor function through a longlasting modification of the cell membrane environment of LH receptors. Estrogen and an LHRH-like factor are the known substances secreted from Sertoli cells to inhibit steroidogenesis and hCG binding (Dorrington and Armstrong, 1975; Hsueh et al., 1978; Saez et al., 1978; Bambino et al., 1980; Hsueh et al., 1981; Sharpe et al., 1981) . However, Wang et al.(1983) 
